M, apical myocardium; PE, pericardial effusion. and 2). A cannula was inserted into the pericardium percutaneously from below the xiphisternum, and 130 ml of bloodstained fluid was withdrawn. The cannula was left in place and allowed to drain. A further 40 ml was withdrawn four hours later, and then 2000 units of streptokinase was infused into the pericardial sac. The drain was clamped for three hours and then allowed to drain freely. The next day a further 2000 units of streptokinase was infused. The drain was removed on day 23. Repeat echocardiograms on days 23, 25, and 38 showed no reaccumulation of pericardial fluid.
Discussion
Pericardial effusion has been reported in as many as 56% patients after open heart surgery,' with cardiac tamponade occurring in up to 4%. Such effusions may occur in the early postoperative period, usually associated with acute bleeding, or more than seven days after operation. The incidence of cardiac tamponade in late effusions is only 0-25-2.6%.2
Late effusions have many causes. Most are likely to be the result of residual thrombus after pericardiotomy.2 Thrombus has a higher osmolality than plasma and draws fluid from the intravascular compartment into the pericardial space. Some effusions may be secondary to accumulation of pericardial fluid caused by post-pericardiotomy syndrome, which was reported in 1-50% of patients34; the wide variation in this frequency probably results from problems in absolute definition and overlap. The diagnosis ofcardiac tamponade may be confused with congestive cardiac failure. Cross sectional echocardiography is usually diagnostic, but pericardial clot compression without fluid may cause tamponade and can be difficult to identify by echocardiography. Rapid diagnosis and effective management of cardiac tamponade are essential because outcome can be fatal.
Our patient did not have a pericardial effusion in the immediate postoperative period but signs of cardiac tamponade, requiring drainage, developed on day 16 . On further accumulation of fluid, fibrinous organisation of the effusion was noted on cross sectional echocardiography. The child showed no signs of postpericardiotomy syndrome such as fever, apparent pain, or leucocytosis. Steroids may have suppressed these signs, but they should also have suppressed any inflammatory process causing accumulation of pericardial fluid. The fibrinous strands suggested that organised thrombus was the likeliest cause. Complete drainage of fluid was prevented by loculation and reaccumulation of the effusion was likely.
Streptokinase has been used intrapleurally for over 30 years to aid drainage of loculated empyema,5 without inducing any systemic fibrinolytic effect.6 There is one report ofhaemorrhage after intrapleural administration but the existence of a bronchopleural fistula may have predisposed the patient to systemic absorption of streptokinase.' After forming a complex with plasminogen, streptokinase combines with fibrin and activates subsequent thrombolysis. In our patient, intrapericardial infusion of streptokinase aided effective percutaneous drainage ofan organised pericardial effusion, with relief of cardiac tamponade, and it may also have prevented a recurrence. We suggest that intrapericardial streptokinase has a role in the management of late postoperative pericardial effusions, particularly when fluid is loculated by fibrin strands. None the less, the technique should not be used where there is evidence of inflammation, which may enhance absorption of the enzyme and increase the risk of haemorrhage.
We thank Mr L D Abrams for his advice on the management with extravascular streptokinase. 
